Prolonged separation of preterm babies from their parents might be harmful for psychological wellbeing4 and contribute to risks of nonaccidental injury, to which such infants are vulnerable.5 A more critical appraisal of discharge policies might help to minimise these hazards.
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Davies DP, Haxby V, Herbert In April 1980 examination showed massive oedema, ascites, pleural effusion, and blood pressure of 100/70 mm Hg with orthostatic hypotension.
Serum creatinine concentration was 726 fumol/l (8-2 mg/100 ml) and creatinine clearance 0-15 m/ls; urine contained 31 g of protein/24 h; serum proteins were 35 g/l and serum albumin 15 g/l. The oedema persisted despite severe sodium restriction and high doses of frusemide (500 mg/day) and spironolactone (100 mg/day).
Suppression of renal function, with the prospect of future peritoneal dialysis, was taken into consideration and various techniques discussed. On the basis ofour experience,2 we suggested medical nephrectomy using indomethacin to the patient, and treatment was started. The effect of indomethacin on diuresis was immediate, despite the continued administration of frusemide. The patient became oliguric on the first day and anuric on the fourth day.
Continuous peritoneal dialysis, using a semi-automatic cycling machine, was performed during the first two days, followed by continuous ambulatory peritoneal dialysis. Despite a protein loss of 3 to 10 g/day in the drainage fluid, total serum proteins and albumin rose sharply (see figure) , and normal values were reached within two weeks.
Indomethacin 150 mg/day was continued for two weeks. The dosage was then decreased progressively and finally stopped after two months. One year later the patient remained well and had returned to work. He was still anuric, having regular haemodialysis. 
Comment
This is, to our knowledge, the first report of a medical nephrectomy voluntarily induced by anti-inflammatory non-steroidal drugs. Indomethacin was selected because it was considered one of the more potent inhibitors of the prostaglandin synthetase, and the increase in renal prostaglandin synthesis is a major factor in maintaining adequate blood flow when glomerular filtration is reduced.3 An acute inhibition of such synthesis by anti-inflammatory non-steroidal drugs could trigger the onset of renal insufficiency. This effect is usually reversible, however, and most clinical observations indicate that the initial renal function recovers when the drug is stopped and conservative medical management started. In our case the desired prolonged anuria may have been the consequence of previous chronic anatomical renal lesions, the severity of the nephrotic syndrome, and the prolonged administration of indomethacin.
The induced anuria was easily treated with peritoneal dialysis. Despite an average daily peritoneal protein loss of 7 g, total serum protein and albumin increased rapidly, and later the serum protein values remained normal. The discrepancy between the effects of high protein losses in relation to their renal or peritoneal origins may be explained by the fact that in the nephrotic syndrome, the amount of protein catabolised by the tubule is several times higher than the amount of protein recovered in the urine. 4 Further clinical trials are needed to define an adequate monitoring of the indomethacin required to induce a permanent or even a temporary medical nephrectomy and to specify the best indications of this protocol. 
